Leaving aside these considerations, I have other reservations about their findings. The mean asbestos fibre count of 11-2 million (31-3% of 35 8 million) per gram of dry lung in the control group was higher than that indicated in a control group including dwellers in heavily polluted industrial cities in a previous study by Wagner and colleagues.2 ( In that study the mean value was not quoted but fig I in the paper indicates that the median value was much less than 10 million.) It was stated that the control subjects were patients undergoing surgery for lung cancer who generally lived in east London but who had no history of occupational exposure to asbestos. No details were given as to how the occupational history was obtained. Many east Londoners have had a varied career including one or more jobs with some exposure to asbestos and if the absence of exposure to asbestos was deduced from the hospital records rather than from a detailed occupational history the information must be regarded as unreliable. This possibility is supported by the mention in the discussion that less chrysotile was found in factory workers with pleural mesothelioma than in controls. It is difficult to believe that environmental pollution alone, even in east London, resulted in a higher chrysotile burden in the lungs than work in a factory in which chrysotile was used extensively.
The authors suggested that their results indicated a much greater degree of asbestosis in subjects with lung cancer than in subjects with mesothelioma. 
